The concentration of intracellular free calcium [Ca2+ ] 
Introduction Various stimuli (e.g. adenosine diphosphate (ADP), collagen, adrenaline, 5-hydroxytryptamine (5-HT)) increase the intracellular free calcium concentration [Ca24] in platelets (Owen et al., 1980; Rink & Hallem, 1984; Erne & Pletscher, 1985) and thus stimulate secretion ofbiologically active substances and induce platelet aggregation (Rink & Hallem, 1984) . It has been suggested that these calcium-dependent processes may be modulated by calcium antagonists which are known to inhibit cellular Ca>2 influx through the potential-dependent calcium channels. The calcium antagonists nifedipine, verapamil and diltiazem have been reported to inhibit the aggregation of platelets induced by ADP (Han et al., 1983) or collagen (Ikeda et al., 1984) but at concentrations at least 1000 fold higher than those that are therapeutically effective.
The 5-HT-induced but not the ADP-dependent shape change of human platelets was shown to be inhibited by verapamil (Affolter et al., 1985) . Nifedipine and diltiazem had no effects on either the 5-HT-or ADP-induced shape change reaction. These authors suggest that the inhibitory effect of verapamil is due to an antagonistic effect at the 5-HT2-receptor. This is supported by results indicating that verapamil competes with the 5-HT2-receptor antagonists [3H]-ketanserin and O3H]-spiperone for their specific binding sites on membranes from rat cerebral cortex (Affolter et al., 1985; Taylor & Defeudis, 1985) .
In Auguet et al. (1984) showed, that verapamil inhibits the 5-HT-induced contraction of rabbit isolated aorta.
The 5-HT-dependent shape change of human platelets was inhibited by verapamil (Affolter et al., 1985) spiperone to 5-HT2-receptors from rat cerebral cortex (Taylor & Defeudis, 1985) .
We were able to demonstrate that 5-HT causes a This stereospecificity of D 888 at 5-HT receptors coincides with the stereospecificity of D 888 at calcium channels (Goll et al., 1984) . The similar stereoselectivity of 5-HT receptors and calcium channels towards D 888 could indicate that both receptor systems have one element in common.
We have also tried to identify specific binding sites for [3H]-verapamil at human platelet membranes. Our results indicate the existence of specific binding sites for [3HJ-verapamil independent of5-HT2-or M2-adrenoceptors (Bruns & Marme, 1985) . (Nawrath & Raschack, 1984) and antagonizing 5-HT2-dependent processes (this communication), could be related to the therapy of disturbances in cerebral microcirculation e.g. migraine.
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